HSV-1 (F) causes a slower early shut-off than does HSV-2(G) (Morse et al., 1978; Fenwick et al., 1979) . This difference is illustrated in Fig. 2(a) and Fig. 2(b) shows that it is correlated with a partial inactivation of functional host m R N A by HSV-I(F), either u.v.-inactivated or in the presence of cycloheximide (lanes 2, 3), as compared to the more marked effect of HSV-2(G) (lanes 4, 5).
Early shut-off is accompanied by the disaggregation of polysomes (Sydiskis & Roizman, 1966; Fenwick & Walker, 1978) . Whether inactivation of m R N A precedes or follows dissociation of the polysomes is uncertain. A modification near the 5' end of the m R N A to prevent initiation of translation would not be enough to explain the breakdown of polysomes since the breakdown also occurs in the presence of cycloheximide, which stops the ribosomes running off the m R N A (Fenwick & Walker, 1978) .
The HSV-1 mutant tsB7 (Knipe et al., 1981) causes early shut-off at 34 °C but not at 39 °C. We have reported that early shut-off caused by u.v.-inactivated tsB7 at 34 °C could be reversed by raising the temperature to 39 °C (Fenwick & Clark, 1982a) . On the other hand, Read & Frenkel (1983) , using mutant vhs4 which is also temperature-sensitive in its early shut-off function, found that if the temperature was raised to 39 °C after shut-off had occurred at 34 °C in the presence of actinomycin the suppression was not reversed. Our subsequent (unpublished) experiments with tsB7 have confirmed that after raising the temperature, the recovery of host protein synthesis (which was nearly complete within 90 min at 39 °C) was prevented by adding actinomycin, indicating that the recovery depended on the synthesis of new R N A and was not simply due to the reversal of temperature-sensitive interaction. Nishioka & Silverstein (1978) showed that in Friend erythroleukaemia cells early shut-off by HSV-1 (F) was not accompanied by the disappearance of hybridizable globin m R N A . Whether UV-G this is also true of total Vero cell mRNA is not known. We can conclude, however, that the early virion-associated shut-off of cellular protein synthesis, which is accompanied by the disaggregation of polysomes, involves some alteration of host mRNA to the extent that it is no longer functional in a translation system in vitro.
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